A well-known method of validating econometric models (structural or otherwise) is to examine their performance in out-of-sample prediction. That is, given a change in the policy environment, do the key endogenous variables of the model move in ways that are in some sense "reasonably close" to the model's forecasts? Unfortunately however, as noted by Michael P.
We call the mechanism where greater life expectancy increases investment in health the "Mickey Mantle effect," after the great Yankee slugger of the 50s and 60s. Mantle (1931-95) was a phenomenal natural talent. But a string of injuries, combined with heavy drinking and serious disregard for his health, ended his career prematurely. After years of alcoholism leading ultimately to liver failure, Mantle finally died of cancer at the age of 63. He explained his reckless behavior by noting he never expected to live past his early 40s, as most males in his father's line died young due to Hodgkin's disease. 3 He was surprised to live into his 60s, and observed: "If I knew I was going to live this long, I'd have taken better care of myself." 4 Khwaja's model predicts that if we could observe the latent variable life expectancy, we would see the Mantle effect -a ceteris paribus positive effect of life expectancy on investment in health. If this effect were not present, it would cast serious doubt on the validity of the model, while if it is present we would gain additional confidence in the model.
The HRS collects data on subjective life expectancy. Our goal is to seek evidence of the Mantle effect using these data, by estimating health investment decision rules that include life expectancy. 5 Of course, life expectancy may be endogenous in the decision rule for investment in health, for two reasons. First, reverse causality: investment in health increases life expectancy.
Second, omitted variables: A healthier person, ceteris paribus, expects to live longer and so has a greater return to investments that increase quality of life in old age. Thus, inadequate controls for health may create spurious correlation between life expectancy and health investment. Moreover, survey questions presumably measure subjective life expectancy with considerable error. a high unobserved taste for health and/or (ii) higher than observed lagged health will tend to have both a high rate of investment in health and high life expectancy (creating spurious correlation).
A valid instrument for life expectancy in (A) is a variable that affects investment in health only through its affect on life expectancy (and not through any other channel). In the system (A)-(D), one's genetic/hereditary health endowment plays this role. Thus, motivated by the Mantle story, we instrument for subjective life expectancy using parents' age at death (or current ages if still alive), which serve as a proxy for the health endowment. 6, 7 Of course, the assumption that genetic/hereditary factors do not enter (A) directly is a strong one, but we think it is not unreasonable, given adequate controls for health and life expectancy. 
I. Description of the HRS Data
We use the first six waves (1992- We control for health using a detailed set of health indicators. These include selfassessed health (i.e., excellent, very good or better, good or better, or fair or better), as well as a large number of objective measures, such as: whether the respondent had a recent overnight indicators for whether the respondent was ever diagnosed with hypertension, diabetes, cancer, lung disease, heart problems, stroke, mental disease, or arthritis/rheumatism. We also include a number of variables measuring changes in health status since the last interview, and binary variables set to one if any of the health measures is missing.
Our instruments include the age at death of respondents' parents (or their current age if still alive), as well as age 2 , age 3 and binary indicators of whether the father or mother died at an age that fell in the range of <65, 66 to 70, 71 to 75, 76 to 80, 81 to 85, or 86+. Table 1 contains a complete list of variables used in the analysis, along with means and standard deviations. 58% of respondents are female. The average age is 58 and 65% expect to live to age 75+. 78% report being in good or better health, while 49% report very good or better.
The average age at death of respondents' mothers is 74.4 while that of fathers was 70.7.
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II. Empirical Results
Given the large number of health measures, interpreting their coefficients in regressions for life expectancy or health investment is difficult. Thus, we conduct a factor analysis described in the Appendix. We kept the first 4 factors, which explain the bulk of the covariance amongst the health indicators. Factor 1 is by far the most important. It is a poor health factor with large negative loadings on self-reported health and large positive loadings on the physician diagnosed conditions. Factors 2 through 4 are all positive health factors whose interpretation is subtler.
15 Table 2 reports the 1 st stage results from two-stage least squares (2SLS). The dependent variable is expected probability of living to age 75+. The first column reports results using the 4 health factors, while the second column includes all the separate health indicators from Table 1 .
Clearly, health Factor 1 is a far more important determinant of life expectancy than the other factors. A one standard deviation increase in (poor) health Factor 1 reduces expected probability of living to age 75+ by (-11.058)(.862)= 9.5 percentage points. Women's subjective probability of living to 75+ is about 3.5 points greater than men, ceteris paribus, while that for Blacks is almost 7 points greater than for whites. An additional 4 years of education raises this probability more than 2 points. Interestingly, marriage and assets are not significant and income, while significant, has a very small effect. The point estimates imply that roughly a 300 thousand dollar increase in annual income is needed to raise the subjective probability by just 1 point.
Parents' ages at death have large and significant effects in the expected direction. For instance, having a father whose age at death was 65 or less reduces the subjective probability of living to 75+ by 6.6 percentage points, ceteris paribus. The F-test for the joint significance of the parental age at death variables is 23.19 in column (1) and 24.06 in column (2).
16 Table 3 reports OLS regressions of the health investment measures (smoking, heavy drinking, high-BMI) on the subjective probability of living to age 75+, along with controls for socio-demographics and health. The results provide modest support for the Mantle effect. For instance, in the smoking regressions in columns (1)- (2), subjective probability of living to age 75+ has t-statistics in the 9 to 10 range. The point estimates imply a 10-percentage point increase in this subjective probability reduces probability of smoking by about 1 percentage point.
Point estimates for heavy drinking are highly significant, but an order of magnitude smaller. However, the percent of respondents who report heavy drinking is also an order of magnitude smaller than that who report smoking (see Table 1 ), so in percentage terms the effect on behavior is similar. For high-BMI our results are not significant, statistically or quantitatively. Table 4 reports our main IV results using parents' age at death as instruments for life expectancy. Here, the results are mixed. Those for smoking in columns (1)- (2) seem to provide strong support for the Mantle effect. Subjective life expectancy is highly significant, and the point estimates imply that OLS greatly understates the strength of the effect. Specifically, they imply that, ceteris paribus, a 10-percentage point increase in subjective probability of living to age 75+ reduces the probability of smoking by about 2.3 to 2.7 percentage points. As the percent of respondents who smoke is 22.6% (see Table 1 ) these represent decreases of 10 to 12%.
In contrast, for heavy drinking we obtain point estimates that are insignificant and of the wrong sign. The evidence for high-BMI is mixed. The point estimates are quantitatively large (at least half as great as for smoking) and of the right sign, but only marginally significant at best.
III. Conclusion
We have argued that testing the latent mechanisms of structural models, independent of full-blown structural estimation, can be a valuable model validation tool. This perspective has the benefit that it can potentially rationalize much of the descriptive or IV-based empirical work being done in economics as contributing to the structural research program. As an example of this idea, we attempt to find evidence for the "Mantle effect" that plays a key role in Khwaja's (2001) structural model of investment in health. We find clear evidence for the effect with respect to smoking, but mixed evidence with respect to heavy drinking and high-BMI. + Age is either current age or age at death. 36% of mothers and 13% of fathers are still alive.
++ Sample statistics refer to the sample used in the smoking regression. Note: * denotes significance at the 10% level; ** denotes 5%; *** denotes 1%. Huber-White standard errors are in brackets, clustered at respondent level. Wave and birth region fixed effects are included but not shown. § The table reports 1 st stage results for the sample used in the smoking regression, which has 43,963 observations. 1 st stage results for heavy drinking and high BMI are very similar, as the sample size is only increased to 44,238. + All the health indicators in Table 1 are included in the regression in column 2, but the coefficients are not shown. ++ The omitted categories for the father and mother age at death dummies are mother still alive and father still alive.
+++ Age in the age polynomials is either current age or age at death. Note: * denotes significant at the 10% level; ** denotes 5%; *** denotes 1%. Huber-White standard errors are in brackets, clustered at respondent level. Wave and birth region dummies are included but coefficients are not shown. + All the health indicators listed in Table 1 are included, but their coefficients are not shown.
